Abstract
coming from known common copy-number variation at the CUP and ENA loci, respectively 3 .
104
In a complementary analysis, we investigated the relationship between the allele frequency of the 105 lead variant at each QTL and the corresponding QTL effect size. Although the lead variant is not 106 necessarily causal, in our study it is likely to be of similar frequency as the causal variant, and a 107 simulation analysis showed that this approach largely preserves the relationship between 108 frequency and effect size ( Supplementary Fig. 4 ). Most QTLs had small effects (64% of QTLs 109 had effects less than 0.1 SD units) and most lead variants were common (78%), consistent with 110 previous linkage and association studies. We observed that QTLs with large effects were highly 111 enriched for rare variants, and conversely, that rare variants were highly enriched for large effect 112 sizes (Fig. 3b, Supplementary Fig. 5 Fig. 6 ).
120
The existence of a close sister species of S. compute the posterior probability that each variant is causal (Fig. 4a) 29 . In addition to the findings described here, we anticipate that our data set 177 will be a useful resource for further dissecting the genetic basis of trait variation at the gene and 178 variant level, and for evaluating statistical methods aimed at inferring causal genes and variants.
179
In particular, the set of loci and genes identified here provides an ideal starting point for 
